Introduction {#sec1}
============

Lichen planus (LP) and other skin conditions have been reported in association with chronic hepatitis infections, specifically hepatitis C. However, this association is controversial, with comparative studies finding no significant difference in prevalence.[@bib1], [@bib2], [@bib3]

Reports of LP arising in association with chronic hepatitis B infections are even less common. A systemic review of 151 cases in 44 papers studying cutaneous lesions in hepatitis B immunization, infection, or therapy only found 1 patient with chronic hepatitis B who had a lichenoid lesion.[@bib4]

LP has been reported to develop or worsen with interferon therapy, largely in the context of hepatitis C.[@bib4], [@bib5], [@bib6] A prospective study found that of 67 patients with hepatitis B and 45 patients with hepatitis C treated with recombinant interferon α (IFN-α), 1 patient with hepatitis B and 2 with hepatitis C developed LP.[@bib5] Another study of 271 patients with hepatitis C treated with peginterferon and ribavirin found an exacerbation of lichen planus in 1 patient.[@bib6] A case of LP in a chronic hepatitis B carrier after starting peginterferon for delta hepatitis has also been reported.[@bib7]

To our knowledge, apart from the above single case,[@bib5] there have been no other reports of de novo lichen planus developing after IFN therapy for hepatitis B. We report a case of erosive oral lichen planus after peginterferon therapy for chronic hepatitis B infection.

Case report {#sec2}
===========

A 53-year-old woman with a history of hepatitis B liver cirrhosis was treated unsuccessfully with entecavir for 5 years. She had persistently detectable hepatitis B virus DNA levels in her blood and consequently was given peginterferon α-2b at a dose of 1.5 mcg/kg subcutaneously weekly for 48 weeks. She was negative for hepatitis C virus antibody.

At week 21 of IFN therapy, she began to report a burning, sharp sensation in the mouth that worsened with cold food. The symptoms became progressively worse with the development of oral ulcers as she completed a total of 48 weeks of IFN therapy. Her only other medication was lovastatin.

The ulcers persisted for 1 year despite cessation of IFN therapy, and she was referred to a dermatologist. On examination, there were atrophic and ulcerated erythematous plaques on the buccal mucosal surface with white striae ([Figs 1](#fig1){ref-type="fig"} and [2](#fig2){ref-type="fig"}). She did not have hair, skin, or nail changes. She continued to have a detectable hepatitis B viral load during follow-up.Fig 1Oral lichen planus. Superficial ulcerated erythematous plaque over the buccal mucosa.Fig 2Oral lichen planus. Wickham striae or whitish striations on buccal mucosa.

She underwent an incisional biopsy, which demonstrated a lichenoid lymphoplasmacytic infiltrate in the subepithelial stroma. The overlying squamous epithelium showed saw-toothed rete ridges, neutrophilic and lymphocytic exocytosis, occasional apoptotic keratinocytes, intercellular edema, and parakeratosis ([Figs 3](#fig3){ref-type="fig"} and [4](#fig4){ref-type="fig"}). This was consistent with oral lichen planus.Fig 3Photomicrograph of the oral mucosa showing a band-like lichenoid inflammation with saw-tooth rete ridges. (Hematoxylin-eosin stain; original magnification: ×40.)Fig 4High-power view of oral mucosa showing saw-tooth rete ridges with vacuolar interface change. (Hematoxylin-eosin stain; original magnification: ×200.)

She was prescribed triamcinolone dental paste and reported an improvement in pain and burning discomfort over the next 4 weeks, with the ulcer decreasing in size.

Discussion {#sec3}
==========

The role of IFN-α in the pathogenesis of oral LP has been postulated to relate to the cytokine cascade. IFN-α has been suggested to stimulate T cells and amplify the T~H~1 response by upregulating interleukins. Furthermore, IFN-α could promote T helper cell accumulation, migration, and adhesion to keratinocytes, resulting in cell toxicity.[@bib8], [@bib9] The appearance of LP after IFN-α therapy has been reported in the context of malignancy, which could suggest an association independent of hepatitis B or C infection.[@bib8] The greater bioavailability and longer half-life of pegylated IFN compared with conventional IFN-α could increase the likelihood of developing or worsening LP.[@bib10]

This rare case of erosive oral lichen planus arose in a patient treated with pegylated IFN for hepatitis B cirrhosis. The possible causality of LP with IFN therapy stems from the fact that LP began after initiation of IFN therapy. Regardless, of causal or incidental association, oral ulcers are common findings in patients on IFN therapy; a physician should be alerted to the differential of oral LP in a patient with nonhealing oral lesions plus risk factors and consider a biopsy for diagnosis.
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